Photomicrograph of peripheral blood film showing trophozoites and a schizont of Plasmodium falciparum. Leishman stain X 1000 (original magnification).
0-3-0-99 mg/100 ml); lactate dehydrogenase 600 U/1 (normal 90-300 U/1); aspartate aminotransferase 179 U/I (normal U/1); alkaline phosphatase 80 U/l (normal 35-85 U/1). Arterial blood gas analysis showed a metabolic acidosis with respiratory compensation: pH 7-27, standard bicarbonate 10-1 mmol(mEq)/l, P02 10-6 kPa (80 mm Hg), Pco, 2-9 kPa (22 mm Hg). An electrocardiographic examination showed sinus tachycardia, and a chest radiograph was normal.
Because the infection was so severe we decided to start treatment with intravenous chloroquine, but no parenteral -chloroquine or quinine was available in this or two neighbouring hospitals. Supportive treatment was given to the patient while the drug was obtained urgently from a fourth hospital. He had a cardiac arrest, however, before the drug was received. Resuscitation was unsuccessful, and he died five hours after admission. Necropsy examination confirmed that he had had an overwhelming malarial infection. The liver (weight 1800 g) and spleen (weight 400 g) were enlarged and contained malarial pigment, which was also found in all other organs. The brain (weight 1440 g) and lungs (weight 1180 g) were oedematous and had widespread perivascular haemorrhages. Many of the glomerular capillaries were plugged with fibrin thrombi, and the kidneys also showed benign nephrosclerosis. The intimal surfaces of the heart and aorta were stained pinkish-brown owing to intravascular haemolysis. The adrenal glands were atrophied, consistent with long-term steroid treatment. The heart (weight 420 g) showed patchy fibrosis, and the anterior descending branch of the left coronary artery showed an old subtotal occlusion by atheroma.
Discussion
In 1976, 534 cases of malaria were reported in Britain, of which 93 were due to Plasmodium falciparum.' In 1980, 1670 cases were reported, including 405 cases due to P falciparum, leading to seven deaths.2 In one survey in Thailand only 10% of patients with falciparum malaria had a parasite concentration of more than 0 1 x 109/l (100 000/mm3).3 Our patient had a remarkably high parasite concentration of 3-5 x 109/1 (3 500 000/ mm3), which could be explained by immunosuppression owing to long-term steroid treatment and also by the delay in diagnosis. Steroid treatment in mice infected with malaria results in higher parasitaemias and lowered antibody responses. 4 ACTH increases the parasitaemia of induced malaria in man. Portal hypertension is rare in teenagers, and since many of the causes are associated with hereditary disorders it is most important to screen siblings for evidence of liver disease, regardless of their apparent wellbeing. It is not uncommon for the first symptom to be catastrophic variceal haemorrhage. The causes of portal hypertension may be cirrhotic or non-cirrhotic. Cirrhosis may be confirmed or excluded by histological examination of a specimen of liver obtained at necropsy.
If present Wilson's disease, mucoviscidosis, and xl-antitrypsin deficiency are the commonest causes in England, but it may be difficult to confirm the first two on histological criteria alone. Congenital hepatic fibrosis is the commonest cause of non-cirrhotic portal hypertension at this age and this too is familial, although a wide range of hepatic and renal abnormalities may also be found., Developmental anomalies in the anatomical structure of the liver are not necessarily of any pathological importance, while pronounced alterations in the portal venous system can arise secondary to the established portal hypertension.
The healthy sister should have a full physical examination with particular regard to cutaneous features of liver disease as well as enlargement of the liver or spleen, and routine liver function tests should be performed. If there is any possibility of Wilson's disease serum caeruloplasmin and urine copper excretion should also be estimated, while a barium swallow should be carried out if congenital hepatic fibrosis is suspected. Liver disease should be documented in such patients even if there is no prospect of immediate treatment, since a background knowledge of the problem will ensure much more effective treatment of future complications, such as variceal haemorrhage, when they arise.-D R TRIGER, consultant physician, Sheffield. 
